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Aroclor 1254 (a PCB) and possibly other chemicals, and one melanoma among
41 others who had been less heavily exposed. Three other workers in the
heavily exposed group were diagnosed as having four cancers at other
sites, including two in the pancreas.
Brown and Jones (1981) reported a retrospective study of 2,567 workers
employed for at least 3 months in plants using PCB's. The total mortality
from all causes and mortality from cancers were lower than expected, but
were slightly, although not significantly, excessive (3 vs. 1.07 expected)
for liver cancer.
Experimental Evidence. A number of experiments have been conducted in
laboratory animals to test the carcinogenicity of various PCB's. Table
14-4 summarizes the results of some experiments in which various compounds
were administered orally to study their carcinogenicity, mutagenicity, or
their ability to act as tumor-promoting agents*
On the basis of data from the five experiments examined, it appears
that Kanechlor 500 and Aroclor 1254 induce cancer in mice and that Aroclor
1260 is carcinogenic in rats. All three compounds have induced benign and
malignant liver cell tumors in laboratory animals. From experiments in
which PCB's were tested as promoting agents, it appears that Kanechlor 400
and 500 enhance hepatocarcinogenicity of 3-methyl-4-aminoazobenzene (31-
DMAB) and N-nitrosodiethylamine (NDEA) in rats and of lindane in mice,
whereas Kanechlor 500 when administered to rats simultaneously with the
carcinogen inhibited the hepatocarcinogenicity of 3'-DMAB, 2-AAF, and NDEA
(Makiura et al., 1974).
Aroclor 1221 and 1268 are mutagenic, and have been shown to induce
microsomal activation in the Ames test (Wyndham et^ al., 1976). A number
of other PCB's, e.g., Aroclor 1254 (see Table 14-4), are negative in the
dominant lethal assay in rats and do not induce chromosome aberrations in
cultures of lymphocytes from humans.  These findings are difficult to
interpret for Aroclor 1254, which induces dose-related hepatocellular
carcinoma in female rats and enhances NDEA-induced hepatocellular
carcinoma in rats (Preston et_ aJU, 1981).
Summary and Conclusions. PCB's are highly persistent in the environ-
ment and have been detected in human tissues. They occur in fish, meat,
and dairy foods in amounts that are well below the tolerance levels estab-
lished by the FDA.
Limited data from epidemiological studies suggest that exposure to
high levels of PCB's may be associated with the development of malignant
melanomas, but no conclusion can be drawn about the risk to humans from
exposure to PCB-contaminated foods.  Results of laboratory experiments
indicate that some PCBfs are carcinogenic in rodents, producing mostly
tumors of the liver at doses much higher than those generally present in
the average U.S. diet. Recent evidence indicates that some PCB's may act
primarily as tumor-promoting agents.

